additional inactivation of the Notch changes this phenotype. By embryonic day 18.5 (E18.5) Notch inactivation leads to a reduction in EGL thickness compared to Shh activated mice. As mice carrying homozygous Notch inactivation die after birth we are further investigating change of tumourigenicity by injecting cells harvested from E18.5 cerebellum into SCID mice. 
In the developing cerebral cortex different types of neurons as well as glial cells are born in a precise sequential manner. The molecular determinants of the fate of these cells are still elusive.
We found the transcriptional repressor Sip1 (also known as Zfhx1b) to be produced at high levels in postmitotic neurons of the cerebral cortex. Conditional deletion of the mouse Sip1 gene in embryonic neurons using different Cre strains was found to induce premature and excessive production of upper layer neurons at the expense of deep layer neurons. Furthermore, it caused precocious generation of glial precursors during late corticogenesis.
The premature production of upper layer neurons coincided with overexpression of the neurotrophin-3 (NT3) gene and altered growth factor signaling in progenitor cells, while the premature gliogenesis was preceded by upregulation of fibroblast growth factor-9 (Fgf9) gene expression. Chromatin immunoprecipitation identifies these genes as direct targets of Sip1. Moreover, addition of Fgf9 to wild-type cortical slices induces premature and excessive generation of glial precursors.
In conclusion, our data suggest that Sip1 acts to restrain the level of production of secreted signaling factors in young postmitotic neurons, which feed back to progenitor cells in order to time cell fate switch and regulate the numbers of neocortical neurons and glial cells produced in the developing cerebral cortex. 
